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Background:  Heyde syndrome is an acquired von Willebrand syndrome (VWS), related to bleeding from gastrointestinal angiodysplasia, 
in patients with aortic stenosis and obstructive hypertrophic cardiomyopathy (HOCM). The etiology is secondary to destruction of circulating 
von Willebrand factor multimers by sheer stress of blood flowing through a stenotic orifice.
case:  A 65 year-old man presented with a 2 year history of progressive dyspnea on exertion, melena, and transfusion dependent anemia 
(hemoglobin 8.0). Past medical history was significant for paroxysmal atrial fibrillation and coronary artery disease, status post two stents to 
the right coronary artery. Medications included aspirin, clopidogrel and pantoprozole. On exam he had a 2/6 mid peaking systolic murmur, 
which decreased with squatting and increased with valsalva. ECG demonstrated sinus tachycardia with increased voltage.
decision Making:  The dynamic ejection murmur and increased voltage on ECG were concerning for HOCM. Echocardiogram confirmed 
the diagnosis with asymmetric septal thickening measuring 23 mm. Left ventricular ejection fraction was 75%. Left ventricular outflow tract 
(LVOT) gradient was 29 mm Hg at rest and 69 mm Hg with Valsalva. Stress myocardial perfusion imaging demonstrated no ischemia. On 
laboratory evaluation, his platelet count, peripheral smear, haptoglobin, and coagulation studies were all normal. However, he had loss of 
high molecular weight multimers of von Willebrand factor consistent with acquired VWS. Melena persisted despite cauterization of jejunal 
angiodysplasias found on endoscopy. A diagnosis of Heyde syndrome related to the sheer stress of blood flowing through an obstructed 
LVOT was made. He underwent septal myectomy with complete resolution of dyspnea, melena and anemia.
conclusion:  This case highlights the importance of a good initial clinical evaluation and work up of dyspnea on exertion in a patient with 
CAD, anemia and HOCM. Additionally, Heyde syndrome should be considered in the differential of patients with HOCM and anemia. 
Structural therapies such as myectomy and alcohol septal ablation to eliminate the outflow tract gradient may resolve the bleeding 
tendencies.
